Facial palsy caused by mumps parotitis
Sir, Mumps is a common viral infection caused by a paramyxo virus. The feature most characteristic of mumps is swelling of the salivary glands. Meningitis, meningoencephalitis, deafness, orchitis and oophoritis may occur in addition to parotitis. However, peripheral facial palsy in association with parotitis is rare. [1, 2] This report describes two cases of children who presented with unilateral facial nerve paralysis after mumps parotitis.
A previously healthy four-year-old boy was admitted to our clinic with complaints of pain and swelling in both parotid glands and mild fever. Serum and urine amilaz were 950 U/L (28-100 U/L), 1340 U/L(, 460 U/L) respectively. IgM anti-mumps antibody by an enzymelinked immunosorbent assay was detected. On the seventh day of the illness, when parotid gland swelling was no longer evident, his parents observed that he could not close his right eye and there was facial asymmetry when he cried or smiled. Neurological examination revealed that there was asymmetry with droop of corner of mouth on the right side of the face; he was unable to close the right eye. The rest of the physical and neurological examination was normal. He was diagnosed to have right facial palsy and mumps infection was considered the most likely cause. No clinical signs of meningitis or encephalitis were present, and lumbar puncture was not performed. Oral administration of antihistaminic and antiinflammatuar were started at that time. Improvement of facial palsy was observed two months later in his follow-up examination.
Our second case was a 12-year-old girl admitted to our hospital because of left facial nerve palsy. At 10 days before admission she had a history of weakness on the left side of her face and that there was facial asymmetry. The symptoms developed 10 days after mumps parotitis. She was given oral prednisolone therapy in another hospital for Bell's palsy but no improvement was observed. Physical examination showed complete left peripheral facial palsy. The rest of the physical and neurological examination was normal. There were no meningeal irritation signs. Serum and urine amilaz were 1250 U/L, 1130 U/L respectively. IgM antimumps antibody was positive. The facial palsy resolved completely by 10 weeks after onset.
Facial palsy is a well-known pediatric condition, with an incidence of 2.7 per 100,000 children under age 10 years. Causes of acquired facial paralysis include trauma, infectious and inflammatory diseases, and neoplasia.
[1] Viral infections might also be associated with facial paralysis. For example, varicella-zoster virus, herpes simplex virus Type 1, Epstein-Barr virus, mumps virus and more recently human immunodeficiency virus have all been reported to cause acute peripheral facial paralysis in children. [1] The pathogenesis of peripheral facial palsy is unknown, but immune-mediated and viral infections are some of the proposed underlying mechanisms of this condition. It is considered that it is caused by the inflammation triggered by the virus. [3] The incidence of facial palsy with mumps parotitis is unknown, but the association appears to be rare. Saunders and Lippy [4] first described four patients with facial palsy associated with mumps virus infection in 1959. Pang et al., [5] Endo et al., [1] Beardwell [2] and Pang et al., [5] have reported facial palsy associated with mumps parotitis in the literature. Facial palsy developed three to nine days after onset of mumps parotitis in these patients. Similarly, facial palsy developed seven and 10 days later in our patients and recovered completely after two and three months respectively.
In conclusion, there might be a relationship between mumps virus infection and peripheral facial palsy. Therefore, the etiology of facial palsy in children should be thoroughly investigated. Spinal epidural hematoma after insertion of a thoracic epidural catheter in the absence of coagulation disorders -A call for raised awareness Sir, Thoracic epidural catheterization for postoperative analgesia is relatively a safe procedure with an extremely low incidence of neurological complications and the reported maximum risk was 0.07%. [1] Of the 4000 patient records analyzed in this study, no instance of spinal epidural hematoma (SEH) was encountered. There have been case reports of epidural hematoma seen 'after removal' of an epidural catheter. This complication is also exceptional and the estimated frequency was 1 out of 150,000 to 190,000 procedures. [2] In most of these cases, risk factors such as coagulopathy or anticoagulation treatment were present. In a patient who has undergone major surgery and does not have any risk factors like coagulation disorders or traumatic catheter insertions, a SEH is thus generally unexpected and could easily be diagnosed too late.
A 74-year-old male had undergone a major abdominal surgery under thoracic spinal epidural anesthesia. Thoracic edpidual catheter placement was uneventful and there was no trauma. The patient did not have any preoperative coagulopathy. A good analgesic regime through the catheter guaranteed the absence of any pain during intraoperative period and for a couple of hours postoperatively the patient did not wake up. It was only around five hours postoperatively, when he was alert a vigorous stimulus failed to evoke any pain or motor response in the lower limbs. This alerted the clinicians the suspicion of a complication. Neurological examination revealed complete paraplegia involving both pyramidal and all the sensory tracts. Magnetic resonance imaging (MRI) showed a large SEH extending from T4 to T7 causing massive cord compression [ Figures 1 and 2] . Around 10 hours post catheter insertion surgical decompression was done. He regained the ability to walk with crutches.
This case illustrates the necessity to treat SEH as an absolute emergency. The earlier one operates, preferably within 12 hours, the better will be the outcomes. [3] Pain, the most common presenting symptom of SEH, is usually absent in cases of epidural catheter analgesia related SEH. Thus in the given clinical setting, awareness and early diagnosis of SEH is of paramount importance to achieve good surgical outcomes. Patient cooperation in the clinical evaluation is also important. 
